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Fig. S2 Surface-expressed gC1gR has minimal effects on the number of C. albicans cells
that are associated with oral epithelial cells. (A) Effects of two different anti-gC1gR
monoclonal antibodies on the number of cell-associated C. albicans cells. (B) Effects of the
anti-gC1gR antibody 74.5.2 and the EGFR kinase inhibitor, gefitinib on the number of cell-
associated C. albicans cells. (C and D) Number of C. albicans cells that are cell-associated
with NIH/3T3 cells expressing human gC1gR and/or human EGFR. (C) Effects of EGFR
and gC1gR expression on cell-association. (D) Effects of inhibiting surface-expressed
gC1qgR with the anti-gC1qgR antibody 74.5.2. Results are the mean + SD of three
independent experiments, each performed in triplicate. The data were analyzed using one-
way analysis of variance with Dunnett’s test for multiple comparisons. ns, not significant;
Orgs/HPF, organisms per high power field;*P < 0.05.



